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Parameters Vit-D
Deficient(n¼109)
Vit-D
Sufficient(n¼08)
Failed thrombolysis 58% None
CPK-MB 156 + 124.7 203.6 + 146.7
MAACE
 ICCU admission 11 patients 0
 At 1 month 31 02
 1-3 months 22 02
 6 months (Total) 65 04
Coronary intervention 13 01
Residual ischemia at
1 month (+ve TMT)
51 02
Although, MAACE appear to occur more frequently in patients
of ACS, the difference did not reach statistical significance.
Conclusions: Vitamin D deficiency tough linked with pathophys-
iology of Cardiovascular diseases and some studies showing
increased MAACE in Vitamin D deficient patients, exact cause and
effect relationship still need to be defined in larger studies.
Interestingly, 88% healthy controls in this study also had vit-D
insufficiency.
CEPT (cholesteryl ester transfer protein) variations
associated with coronary artery disease in South
Indians.
H.U. Kumar, G.K. Rao, Dushyanth Deo, K.D. Hansora
Yashoda Hospital, Secunderabad, India
Background: Coronary artery disease (CAD) has been the leading
cause of death and disability worldwide. Although it is a multi-
factorial disease, several studies have demonstrated that genetic
factors play amajor role in CAD. Cholesteryl ester transfer protein
(CEPT) gene polymorphisms are known to be associated with CAD.
However, this gene has not been studied in south Indian pop-
ulations; hence we have evaluated CEPT gene in CAD patients of
south Indian origin.
Methods: We have sequenced all exons of CETP in 340 patients
along with 300 age and ethnically matched controls. SNPs
observed were subjected to statistical analysis to predict their
association with the disease.
Results: Our analysis revealed a total of 13 variants. Study showed
a strong association of CEETP gene polymorphismwith CADwhen
compared to controls. Seven variants rs3816117, rs5883, rs289714,
rs180074, rs180106 and rs28943 showed strong association with p-
value <0.05 among the cases Vs controls in the CETP gene. The
genetic variant of CETP rs1800774 had significant association with
risks of coronary atherosclerosis with ( OR ¼ 1.6, 95% CI: 1.15-2.23,
p¼4.42 E-03). The 5’ prime UTR variant rs3816117 also showed a
significant association with (OR ¼ 3.93, 95% CI: 2.6-5.60, p¼1.11 E-
15). IN case of rs5883, a Synonymous variant the CT genotype had
a frequency of 4.7% with (OR ¼ 4.89, 95% CI: 1.33-21.31, p¼ 1.20 E-
02). The missense variant rs1800777(G/A) showed a p value of 4.40
E-02. The 3’UTR variant rs180106 and the rs289743 variants
showed association among the groups with p values 0.031 and
1084E-04 respectively .Probably these genetic variants of CETP
gene influence the risk of CAD in our population.
Conclusions: This is a pilot study carried out for first time in a
cohort of patients from south India on CETP gene. Study suggests
that the gene polymorphisms that confer susceptibility may serve
as Biomarkers and thereby, contribute to appropriate prevention
and management of these pathologies.
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Background: Despite cardiovascular diseases grown to epidemic
proportion there are few studies from India pertaining to acute
coronary syndrome(ACS) more so from the region of Purvanchal
which is less developed with less health awareness and more
poverty. Our study is first of its kind in this region of patients
presenting for first time with ACS.
Methods: This was a prospective cohort study of 100 patients
admitted with acute coronary syndrome. Patients were excluded
if they had prior cardiac pathology like valvular heart disease,
cardiomyopathy, pericardial disease, cor pulmonale, ischemic
heart disease or cardiac revascularization. Patients who did not
undergo angiography were excluded. Patients were divided into
STEMI vs non STEMI(NSTEMI). Presentation delay as well as clin-
ical characteristics analyzed in each group were age, gender,
presence or absence of diabetes mellitus, hypertension, dyslipi-
demia, smoking, body mass index, family history, duration of
chest pain, and treatment received.
Results: Mean age of patients was 58.9 years with 27% below 50
years. 75% were males. Patients with STEMI were 65%. Median
time to reach hospital was 24 hours with only 27% patients
reached hospital within 6 hours. Among patients with STEMI only
43% received fibrinolytic therapy. 23% of patients had diabetes,
21% were hypertensive, 16% were smokers, family history of
cardiovascular disease in 11% and 21% had bodymass index more
than 30. Mean LDL was 115 mg per dl and HDL 39 mg per dl with
54% of patients having at least one risk factor. Factors favoring
triple vessel involvement were female sex, higher age, smoking,
presence of diabetes and NSTEMI.
Conclusions: Indians develope acute coronary syndrome at earlier
age. Precious time is lost before seeking treatment. There is need
for aggressive risk factor modification which along with health
awareness will be the key to prevent premature cases of ACS and
limit morbidity and mortality due to delayed treatment.
Tissue Doppler analysis in acute MI patients
undergoing PCI
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Introduction: This study aims at studying the correlation between
Tissue Doppler parameters and eventual short term clinical
course in sick patients with acute myocardial infarction.
Methods: We analyzed 40 patients before and after PCI for anterior
myocardial infarction with cardiogenic shock or heart failure
(Killip 3 or 4) with Tissue Doppler and strain imaging using a
Philips IE33 system. There were 28 males and 12 females in the
group. Age range 31-78 yrs. 14 patients were in cardiogenic shock
at admission and 28 in left ventricular failure. 30 had anterior MI
with LAD occlusion and 10 with Inferior or Lateral MI. All patients
were taken up for urgent PCI with stent implant within 2 hours of
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